cadavers has further detailed this septum3",. It consists of a fenestrated sheet of pia mater passing from the posterior median sulcus of the cord to the midline of the arachnoid mater posteriorly. The septum usually extends from the midcervical to upper lumbar region; however, there is variability in the rostral and caudal extent and in the degree of fenestration. It seems likely that this patient had a posterior midline septum which extended more caudally, and was less fenestrated, than normal, preventing the spread of local anaesthetic to both sides. The asymmetrical regression of the block supports this hypothesis.
An alternative, though unlikely, possibility is that the local anaesthetic was injected into the subdural space. Accidental subdural injection has been reported following attempted spinal5 and epidural6'7 anaesthesia, leading to failure of anaesthesia or delayed onset of an extensive block. In the case reported here, the injection of 2 ml of lignocaine 5% produced unilateral anaesthesia within five minutes, which extended from T6 to the sacral roots. During both spinal taps there was easy aspiration of CSF before, during and after injection of the local anaesthetic. These features, and the time course of recovery, indicate that local anesthetic was administered into the subarachnoid space.
There is a previously reported case of unilateral analgesia following both epidural and subarachnoid injection of local anaesthetic in a patient undergoing Caesarean section8. However, this patient underwent repeat Caesarean section when a successful epidural block was administered uneventfully and it was suggested that, during the first anaesthetic, no local anaesthetic was given into the subarachnoid space9. Amyloidosis in paraproteinaemia is usually distributed in a characteristic way affecting mainly tongue, heart, muscle, carpal ligaments, gastrointestinal tract, skin and nerves. A very rare variant has been described where the amyloid -is deposited exclusively in small arteries leading to visceral ischaemia1I 3. We now report such a case presenting with evidence of multiple organ involvement in whom the amyloid was mainly deposited on the mural endocardium and small vessels. The relative sparing of tissue parenchyma makes this a very uncommon presentation of systemic amyloidosis.
Case report A 48-year-old painter and decorator presented with a 6-month history of tiredness, lethargy and dyspnoea on exertion. He also had multiple transient episodes of confusion, slurred speech and blurring of vision, which recovered over a period of a few minutes. He then developed intermittent abdominal discomfort and passed some blood per rectum. On examination, he had a sinus tachycardia of 120/min, and a raised jugular vein pulse. Blood pressure was 120/90 mmHg. He had small bilateral pleural effusions with basal inspiatory crackles. No hepatosplenomegaly was found and there were no localizing neurological signs.
Investigations showed a raised ESR of 67 mm/hr, with a haemoglobin of 14.2 g/dl and white cell count 9 x 109/l. The urea and electrolytes were normal. His liver function tests were abnormal: albumin 27 g/l, globulin 50 g/l, bilirubin 40 iumol/l (normal range 2-17 pmol/l), alkaline phosphatase 194 U/I (normal 30-135), alanine aminotransferase 25 U/I (normal 7-40), gamma glutamyl transferase 132 U/I (normal <51). He had haematuria and a urinary protein excretion of 0.6 g/day; casts were not seen. Sigmoidoscopy revealed diffuse contact bleeding and a long piece of necrotic mucosal debris. Stool culture was negative for pathogens including Campylobacter and Clostridium diflicik. An autoimmune profile was negative.
The ECG showed widespread small complexes and low T waves, with poor R wave progression across the chest leads. The chest X-ray was consistent with mild left ventricular failure, the transverse cardiac Before investigations were completed, he collapsed and attempts to treat the cardiac electromechanical dissociation were unsuccessful.
At post-mortem, the cardiac chambers were dilated and hypertrophied (right ventricle 1.5 cm, left ventricle 3 cm). Thrombi were present in both auricles. The valves were normal apart from slight diffuse thickening of the mitral. There was scanty coronary atheroma. The mucosa of the sigmoid colon was purple in colour with small areas of ulceration (0.5 cm across). T'here was a little ascites (200 ml) and bilateral pleural effusions (each about 400 ml). The lungs were oedematous and contained small pulmonary emboli and a small infarct. Thrombi were found in veins of the right calf. The spleen and liver were congested. There were recent infarcts in the spleen and kidney. Red marrow was found in the femoral mid-shaft. The thyroid was pale and firm; other endocrine glands were normal. The brain was macroscopically normal. No deposits were found in the skull, sternum, ribs or right femur.
Histology: Amyloid deposits w6e found in the heart, medium-sized arteries, occasional veins and in the interstitium of the thyroid. It stained with methyl violet, Congo red with and without permanganate, and with thioflavin T. Electronmicroscopy confirmed its periodicity. Sections of all cardiac chambers showed extensive interstitial amyloid most conspicuous in the endocardium (Figure 1 ). Small coronary artery branches and the valves contained amyloid and the bundle of His was obliterated by it.
Sections of colon and rectum showed conspicuous submucosal fibrosis; all the submucosal arteries were replaced by fragmented pieces of amyloid. Some of these vessels had leaked blood into the adjacent tissues.
In other organs, amyloid involved medium-sized vessels but no other part of the tissue. In the liver, spleen, lymph nodes, pancreas, kidney, bone marrow, lung, skeletal muscle and adrenals, arterioles and occasional veins were the only parts of the tissue involved. Vessels in the brain were unaffected, the only deposits of amyloid being in the stroma of the villi of the choroid plexus.
Sections of femoral bone marrow did not show any evidence of myeloma. Vascular lesions in the kidney, spleen and lung were associated with small infarcts.
Subsequently, an IgG1 kappa light chain myeloma protein (3162 mg/dl) was discovered in the serum, and Bence-Jones proteinuria with kappa light chains was also demonstrated. Serum IgA and IgM were depressed.
Discussion
This rare variant of amyloidosis has been described in myelomatosis and usually presents with cardiac Symptoms1-3 such as angina and congestive cardiac failure. In this patient, although angina was absent, there was widespread visceral ischaemia with infarction in the lung, spleen and kidney with microscopic haematuria. The colonic vessels affected by amyloid showed leakage of blood which caused the bleeding per rectum.
Cardiac amyloid4 is usually deposited in the myocardial interstitium, in the intramural coronary arteries and on mural and valvular endocardium. Intracardiac thrombi are found sometimes and may cause embolism. In this variant, however, the main deposits are in the endocardium, conducting tissue and intramural coronary arteries. The cases reported so far have all died from cardiac complications. The transient episodes of slurring of speech and blurred vision in this man were probably due to arrhythmias, which commonly arise in cardiac amyloidosis'. The finding of amyloid in the choroid plexus with sparing of cerebral vessels is unusual, and the pathophysiology of this phenomenon is not clear. It is unlikely to explain the transient episodes of apparent cerebral ischaemia. Another unusual feature was the involvement of small veins by amyloid in the adrenal, kidney, lymph nodes and large intestine.
